The subarachnoid hemorrhage (SAH) is definitely the best descriptive model of the interaction between cardiovascular system and cerebral damage. The underlying mechanism of cardiovascular alterations after SAH is linked to the adrenergic discharge related to aneurysm rupture.
Introduction
Cardiac and pulmonary complications are common after severe brain injury such as aneurismal SAH and are associated with increased mortality and morbidity. Acute neurogenic pulmonary edema has been reported in up to 20% of patients after severe SAH, 3% of which have a severe myocardial damage and a cardiogenic shock. The most accepted theory for cardiac dysfunction is the "catecholamine hypothesis" in which brain damage in aneurismal SAH leads to adrenergic discharge. We report the case of a 58-year-old patient with a past medical history of diabetes and hypertension, admitted to the ICU for acute pulmonary edema with cardiogenic shock after acute myocardial infarction with significant troponin rise and ST-segment elevation. We'll emphasize the challenge in diagnosing SAH in such clinical situations and point out cardiovascular manifestations of subarachnoid hemorrhage and the principles of management of these patients.
Patient and observation
A 58-year-old man with a past medical history of poorly controlled hypertension and type 2 diabetes, presented to the ICU for a cardiogenic shock complicating acute myocardial infarction. Physical examination revealed reduced level of consciousness (Glasgow Coma Scale 10/15) and weak vital signs; a blood pressure of 80/50 mmHg, 80% of oxygen saturation , capillary blood glucose at 2.26 g/L, a heart rate over 125 bpm, and crackling in pulmonary auscultation. Cardiovascular examination showed neither cardiac murmur nor signs of right heart failure. ECG on admission showed normal sinus rhythm, with heart rate of 125 bpm and extended ST- The cause of ST-segment elevation accompanying SAH is the stimulation of the anterior hypothalamus. Ischemic stimulation of the posterior hypothalamus seems to be responsible for an increase in sympathetic tone and catecholamine discharge [6] . Coronary artery stenosis is not necessarily found in patients with SAH [11, 12] . Hypotension is rarely seen in SAH [13] . It's caused by peripheral arterial vasodilatation; hypovolemia is associated in 50 % of cases. It may also result from cardiac dysfunction. Tako 
